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No 報告者（年） 年齢・性 １型糖尿病 慢性甲状腺炎 シェーグレン症候群 他の合併疾患
１ 志賀，他（１９９０）３） ３３歳・女 １２歳 発症 １７歳 発症 ２０歳時に診断 SLE
２ 穂積，他（１９９１）４） ６５歳・女 ５５歳 発症 ６５歳 発症 ６５歳時に診断 AIH
３ 毛利，他（１９９３）５） ６１歳・女 ６１歳 発症 ６１歳 発症 ６０歳時に診断
４ 伊古田，他（２００１）６） ５０歳・女 ４６歳 発症 ４６歳 発症 ４６歳時に診断 RA
５ 竹内，他（２００４）７） ７８歳・女 ７６歳 発症 ７８歳時に診断 ７２歳時に診断 PBC
６ 大村，他（２００５）８） １８歳・男 甲状腺機能正常 臨床症状なし
７ 熊木，他（２００５）９） ５５歳・女 記載なし SS-A，SS-B抗体陽性
８ 三浦，他（２００６）１０） ３３歳・女 ９歳 発症 ３０歳１子出産後 記載なし RA，SLE
９ 三浦，他（２００６）１０） ３４歳・女 １歳 発症 ３４歳時に診断 ３４歳時に診断 RA，SLE，PBC
１０ 唐沢，他（２００６）１１） ６５歳・女 ６５歳 発症 ３０歳代に診断 ６５歳時に診断 PBC
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Slowly Progressive TypeDiabetes Mellitus Seen in a Case
with Polyglandular Autoimmune Syndrome Complicated
by Sjogren's Syndrome and Chronic Thyroiditis
Takako IKAI１）, Yoshiko KANEZAKI１）, Tadashi SHIMADA１）, Eri KONDO１）, Tomonori YOSHIDA１）,
Yasumi SHINTANI１）, Keiko MIYA１）, Junichi NAGATA２）, Tadashi HAYASHI２）
１）Division of Metabolism and Endocrinology, Tokushima Red Cross Hospital
２）Medical Corporation HAYASHI
The patient was a６４-year-old female. In２００２（age５９）, she began to receive hormone replenishing therapy
based on a diagnosis of hypothyroidism. A health checkup in ２００５（age ６２）revealed abnormal glucose toler-
ance. In ２００６, thirst and weight loss appeared, allowing a diagnosis of diabetes mellitus. Her condition
improved for a while in response to diet therapy and oral drug therapy, but it later began to aggravate
gradually. Blood glucose control remained poor even after the therapy was switched to insulin therapy. She
was thus admitted to our department. Upon admission, BMI was ２０．１kg/m２, goiter was absent, and HbA１c
was １１．０%. Urinary CPR was ２．６μg/day, suggesting lack of insulin secretion. On the basis of the clinical
course and anti-GAD antibody level（２１９U/ml）, the female was diagnosed as having slowly progressive type I
diabetes mellitus. During L-thyroxine replenishing therapy, TSH was lower than ０．１μ IU/ml, free T４ was １．５
ng/dl, anti-Tg antibody was１．９U/ml and anti-TPO antibody was２９．２U/ml. These data allowed a diagnosis of
hypothyroidism due to chronic thyroiditis. She additionally had mild oral dryness and high levels of anti-nuclear
antibody level（１ :１，２８０）and anti-SS-A antibody（３００U/ml）, indicating complication by Sjogren’ s syndrome.
This seems to be a rare case with type ３ polyglandular autoimmune syndrome in which slowly progressive
type I diabetes mellitus developed during the course of chronic thyroiditis and the condition was later
complicated by Sjogren’ s syndrome.
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